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INTRODUCTION
Fibromyalgia (FM) is a syndrome characterized by widespread musculoskeletal pain
and tenderness at specified sites, fatigue, and unrefreshing sleep. Fibromyalgia (FM)
afflicts predominately middle-aged women. Research investigations have shown a
disturbed microcirculation in painful muscles, a decrease in adenosine triphosphate and
phosphocreatine, and a reduced relaxtion rate. Pain anayses indicate that the pain is
nociceptive, meaning that there is an abnormally high pain sensitivity. A characteristic
physiological sleep disturbance is also one of the main symptoms of FM. The cause(s) of
FM is not known, though it may be different in different patients. FM is a clinical entity,
but should be regarded as a syndrome rather than a disease.
Fibromyalgia is classified as a syndrome rather than a disease. The difference
between a syndrome and a disease is that a disease is a condition with clearly identifiable
causative agent while a syndrome is a set of symptoms which define the condition
without a single consistent causative agent upon which to place the blame. Thus a cold is
a disease because a viral infection can be identified as the causative agent.
Fibromyalgia is a syndrome because the identifiable factors vary even though the
symptoms are present. This can be likened to the operation of a car. A car will not run if
its gas tank is empty. On the other hand a car with a full gas tank still will not run if its
battery is dead. Thus a whole list of functions must be present for a car to run properly
while the absence of any one function is sufficient to prevent the car from running. The
human body is infinitely more complex than a car and many more functions must be
working properly for the body to operate efficiently. The body unlike the car has an
interest in its own well-being. The body has many self-healing mechanisms and many
self-compensating mechanisms. If given the right tools, sufficient time, and correct
instructions the body can heal itself.

COMORBIDITIES
Fibromyalgia has also been found to be related to a number of other conditions
including chronic fatigue immune deficiency sydrome (CFIDS), major depressive
disorder, myofascial pain syndrome, Sjogrens syndrome, irritable bowel syndrome,
temporamandibular joint (TMJ) syndrome, premenstrual syndrome (PMS), tension and
migrane headaches, primary dysmenorrhea, mitral valve prolapse, and sympathetic
hypersensitivity. Muscle deconditioning and microtrauma, muscle spasm and ischemia,
and sexual abuse.

DYSFUNCTION OF THE NERVOUS, ENDOCRINE & IMMUNE
SYSTEMS
Immune system dysfunction either leading to or resulting from viral infections has
been associated with chronic fatigue syndrome and fibromyalgia. Using advanced
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analytical techniques a defect in T-cell activation was found in fibromyalgia patients.
Research findings of immunologic dysfunction and neuroendocrine changes suggest the
possible dysregulation of interactions between the nervous system and the immune
system.
Among the physiological imbalances observed in patients with fibromyalgia is
immunologic dysfunction including defects in T-cell activation, possible viral injury to
cellular calcium channels, neuroendocrine dysregulation including sleep disturbances,
and possible serotonin deficiency. It has been postulated that the role of viral infection in
fibromyalgia may involve viral damage to calcium channels in the cellular membrane.
Calcium is critically involved in the cellular death process called apoptosis. Significant
muscle abnormalities including Type-II fiber atrophy and a moth-eaten appearance in
Type-I fibers are present in fibromyalgia. Many have hypothesized that skeletal muscle
is the “end organ” responsible for the pain in fibromyalgia but it is becoming increasingly
apparent that the nervous system, immune and hormonal systems are intimately involved
as well.
Many researchers and clinicians believe that neurohormonal abnormalities are the root
cause of FM and CFIDS. The inter-connectedness of the neural and hormonal systems
certainly creates a challenging puzzle to sort out. Patients with FM exhibit disturbances
of the major stress-response systems, the hypo-thalmic-pituitary-adrenal (HPA) axis, and
the sympathetic nervous system. Many clinical features of FM and related disorders,
such as widespread pain and fatigue, could in fact be related to the observed
neurohormonal perturbations.
Shifts in growth hormone (GH) and insulin-like growth factors-I (IGF-1) have been a
focus of intense research. Some studies have measured significant decreases in GH
levels in FM patients, while others have shown a normal balance of GH to IGF-1. Still
others have postulated that the low IGF-1 levels in patients with FM are a secondary
phenomenon due to hypo-thalamic-pituitary-GH axis dysfunction. Other studies point to
acute cortisol release, or a drop in norepinephrine, which in turn induces low IGF-1
levels. Sufficient benefit has been derived from a least one hormonal protocol to warrant
the granting of a patent for the treatment of FM via hormonal manipulation.
In any condition where metabolism and energy levels are involved the thyroid gland
and the hormones it produces must be considered. The existence of low thyroid
symptoms in fibromyalgia, in spite of the presence of normal thyroid hormone levels
prompted Lowe, et al. to propose that a genetic defect may be the root cause of FM.
Lowe proposed that a defect in the c-erbA-beta-1 gene or the c-erbA-alpha-1 gene would
result in low-affinity thyroid-hormone receptors that prevent normal thyroid hormone
regulation of transcription. Virtually every feature of fibromyalgia corresponds to signs
or symptoms associated with failed transcription regulation by thyroid hormone.

BIOCHEMICAL ABMORMALITIES
Many different biochemical imbalances are common in FM. These imbalances
include diminished rates of glucose phosphorylation, reduced erythrocyte magnesium

5

(Mg) levels, increased concentrations of homocysteine, abnormal cellular carnitine
metabolism, mercury exposure

NEED FOR A HOLISTIC APPROACH
With so many correlations and contributing factors, it is hard to determine which is the
cause and which is the effect in analyzing fibromyalgia. It may also be the case that each
of the factors may contribute slightly and in an additive manner resulting in overall poor
performance and pain. Such an additive relationship may not be apparent especially
when tests show that the individual parameters are all within the normal range albeit on
the lower end of the range. This effect can be visually depicted as a spiral staircase with
each step leading either up or down depending on whether the factor is improving or
degrading thus leading to the proverbial “vicious cycle” or its opposite, the “precious
cycle”.
FOODS
Different people respond differently to the foods they eat. Some do better on a high
carbohydrate diet, some do better on a high protein diet. Because of the different
response rates we have to the different carbohydrate-fat-protein ratios of our diet, it is
best to investigate what your best food ratios are rather than follow whatever trend is
currently popular. A self-scored questionnaire format has been developed and is
available to those who wish to get some guidance in determining the proper food ratios
for themselves and individuals.
SUPPLEMENTS
Supplementation is important for all of us but it is especially critical for fibromyalgia
sufferers. The section on Nutritional Supplementation goes through a detailed discussion
of the various supplements that have been beneficial in relieving fibromyalgia.
EXERCISE
Dr Joe Elrod’s book Reversing Fibromyalgia details an exercise program specifically
designed for improving both strength and flexibility. Readers are referred to this text for
specific exercise guidelines.
STRESS MANAGEMENT
A psychosomatic syndrome is defined as a sydrome in which psychological processes
play a substantial role in the etiology of the illness in some of the patients. The extent of
the biological and psychosocial contributions vary among these syndromes as well as
among individuals with the same syndrome. The phenomena of the somatoform
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disorders are caused by clustering of psychosomatic syndromes or their incomplete or
atypical manifestations and a low sensation threshold.
Psychiatric Diagnostic Interview data failed to discriminate in any major way between
primary fibromyalgia syndrome and rheumatoid arthritis. These data do not support the
psychopathology model as the primary explanation of the symptoms of primary
fibromyalgia syndrome. Other clinicians similarly have observed that psychological
factors are detectable in only a low percentage of their fibromyalgia patients.
Nevertheless instructions in coping strategies in a structured pain school have been
shown to be a useful addition to other treatments of fibromyalgia. Family support is also
a great advantage to fibromyalgia sufferers in their day-to-day struggles with pain and
depression. On the other hand emotionally traumatic events, such as sexual abuse, do not
appear to be specific factors causing fibromyalgia, but they are correlated with the
number and severity of associated symptoms.

PERSONALITY PROFILES
Many personality codings and classifications have been published. Many of these
have used colors to code the various styles so as to avoid any inference of there being
good and/or bad personalities. Other systems have sought to align questionnaire
responses to brain dominance. Left-brain dominance has been aligned with sequential
thinking, while right-brain dominance is associated with holistic thought patterns.
Herrmann refined the latter system to include a second dimension leading to a quadrant
system of cerebral and limbic components.
Each of these systems has strengths and weaknesses. Some of the weaknesses
inherent in these systems results from the use of nebulous descriptors when defining the
various dimensions of personality. A recently developed system utilizes a four quadrant
personality characterization involving the four descriptors Life, Intuitive, Formal, and
Expedient. The initial letters of these four words spells the word LIFE. An additional
dimension involving past, present, and future perceptions and projections is incorporated
in a second level refinement described as Core, Expected, and Desired tendencies. A
written assessment tool can be obtained and processed for a nominal fee.
One of the dangers associated with much of the pop-psychology of the last forty years
has been a detachment from responsibility. Self-awareness and self-acceptance can only
be truly successful if, coupled with the assertion of both our individual rights, there is an
acceptance of our responsibilities for ourselves and to others.

RELAXATION TECHNIQUES
Relaxation techniques can involve any and all aspects of the human experience. For
some exercise is a great reliever. Others immerse themselves in music or service to
others which both helps to relax and renew while putting into perspective the petty
annoyances common to all lives. Some seek solitude others seek intense involvement.
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Each is worthwhile as a means of connecting the individual to himself and his fellow
beings.
SLEEP
An abnormal sleep pattern is a widely accepted cause for fibromyalgia. A serotonin
deficiency in the brain has been suggested to be of significance in fibromyalgia
syndrome. Serotonin mediates both pain perception and non-REM sleep. Nevertheless
the standard use of tricyclic antidepressants to modulate the sleep disorder has yielded
less than excellent results.
Regardless of the precise source of the hormonal contribution there is general
agreement that disruption of the neuroendocrine axes may be one of the links between
disturbed sleep and muscle pain. Indeed, the discovery of the unstable early night sleep
of FM patients reinforces the postulate that nighttime hormone imbalance, muscle pain
and fatigue, is further supported by sleep deprivation studies that created symptoms
almost identical to FM. What is clear is that sleep is essential to health and wellness,
while the lack of restorative sleep contributes heavily to the burden of fibromyalgia.

ALTERNATE THERAPIES
It has been reported that ninety-eight percent of fibromyalgia sufferers used at least
one complementary treatment strategy over the preceding 6 months. Most of this interest
in complementary therapies was seen to be generated by poor clinical results using
conventional medical protocols. Acupuncture was reported to be a good additional
method to relieve or to eliminate pain in fibromyalgia patients.

SUMMARY
In a review of rehabilitation approaches for fibromyalgia, D. Rosen stated, “Although
treatment always starts at the tissue level, a good treatment programme must always be
holistic in nature and treat the tissues, the patient as a whole, and his or her environmental
stressors and contingencies as well….the major goal of all treatment programmes is to
restore individuals to functional lifestyles and to promote both physical and emotional
flexibility, balance and “wellness”.

NUTRITIONAL SUPPORT
TRANSFER FACTOR
Our health and quality of life are directly influenced by our immune system. Today
many factors contribute to the general weakening of our bodies’ defenses. Antibiotics,
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commonly viewed as the most important advance in the history of medicine, have begun
to fail as more and more microbes develop resistant strains. Fortunately recent research
has uncovered a natural agent which can potentially save lives and increase the quality of
life for many people.
Transfer Factors are small immune messenger molecules that are produced by all
higher organisms. They are both regulators of the immune system to identify foreign
organisms. Transfer factors are unique to the infectious agent but are not dependent on
the individual that produced them. Transfer factors produced by one person can be used
in another person without concern for blood type or any other difference. In fact transfer
factors produced in animals and man are the same.
Colostrum, the first milk that a mother provides her offspring immediately after birth,
is a rich source of transfer factors. This is nature’s way of quickly education a naive
infant in the hazards of a microbe infested world. The abundant source for transfer
factors is found in the colostrum produced by cattle. Unfortunately many people are
allergic to milk proteins or are lactose intolerant making whole colostrum an unfit source
of transfer factors for these persons. Recent technological breakthroughs have solved this
problem. Transfer factors can now be efficiently isolated from bovine colostrum.
Transfer factor preparations have been used to educate the immune systems of persons
suffering from chronic fatigue syndrome, a condition almost identical to fibromyalgia.
Chronic fatigue, like fibromyalgia, is a syndrome with multiple contributing factors not
the least of which is persistent viral infection. Because of the multiple infectious agents
that can contribute to chronic fatigue syndrome, poly-valent (reactivity to more than one
organism) transfer factor preparations have been used. Success was reported in 35 out of
39.
Another pilot study used poly-valent transfer factors with known potency for Epstein
Barr and Cytomegalovirus. In this study two of the fourteen patients demonstrated total
remission, while seven of the fourteen showed marked improvement. Use of a nonspecific transfer factor provided marked improvement in three out of six patents.
Immunological dysfunction is not the only contributing factor in fibromyalgia but it is
a critical issue that must be addressed. The involvement of viral infections in a large
percentage of fibromyalgia cases has led researchers to propose viral infections as the
initiating event for many fibromyalgia sufferers. Overcoming the residual effects of viral
damage and elimination of the persistent viral infections may be key to the recovery from
fibromyalgia.
MAGNESIUM
The role of magnesium in the treatment of fibromyalgia was first reported by Dr G.E.
Abraham’s group in 1992. Dr Abrahamj’s earlier gynecological work had demonstrated
that dysmenorrhea and PMS symptoms were strongly correlated with deficient
magnesium levels. Since 80 percent of the fibromyalgia sufferers are women and the
fact that there is a correlation between fibromyalgia and PMS, one can reasonably assume
that Dr Abraham had seen some crossover benefits during his magnesium-PMS trials. In
a later controlled study, Abraham, et al. confirmed this preliminary finding and
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demonstrated that significant reductions in pain/tenderness severity could be achieved
during extended treatment with high doses of magnesium and malic acid (600 mg/day
and 2400 mg/day respectively). No limiting risk factors were found. Other researchers
have found that fibromyalgia patients do indeed have significantly lower red blood cell
magnesium levels compared to reference laboratory and osteoarthritis controls. Reduced
erythrocyte magnesium (mg) levels have been reported in fibromyalgia syndrome (FS),
chronic fatigue syndrome (DFS), myofascial pain syndrome (MPS), eosinophilia myalgia
syndrome (EMS), and in patients with systemic lupus erythematosus (SLE). These
disorders have chronic pain as a common symptom. Low tissue levels of magnesium in
fibromyalgia were confirmed by Clauw who also showed that low muscular magnesium
levels correlated with low paid tolerance. Similar magnesium deficiencies were also
found in patients with eosinophilia-myalgia syndrome.
Magnesium deficiencies are also associated with neuronal/emotional disorders as
illustrated by the following findings. Magnesium levels in cerebrospinal fluid (CSF)
were lowered in depressed people, signaling potentially low levels of magnesium in the
Magnesium deficiencies in humans have been linked with symptoms of depression,
agitation, and disorientation. Low mitochondrial magnesium levels are thought to
contribute to the triggering of migraines.
Calcium channel blocking agents are widely used cardiovascular drugs. It is well
established that the most effective natural calcium channel blocker is magnesium. A
deficiency in magnesium has been identified as the primary causative factor in
“generalized cardiovascular-metabolic disease(s)” known as “Syndrome X.” Magnesium
has been called the premier cardiovascular mineral. Knowing the importance of
magnesium to heart muscle, it should not be surprising that magnesium would also be
important in the generalized muscular dysfunction seen in fibromyalgia.
Why is magnesium so important? Magnesium is involved with every major energy
production and transport function in the body!
Because of this magnesium
supplementation has beneficial impacts on fatigue and pain. Pain is a neuro-physical
factor designed to limit activity and thus limit excessive energy demand and the cellular
damage that occurs when insufficient energy is available to meet the demands.

B-VITAMINS
Cellular magnesium abnormalities have been shown to be associated with faulty
thiamin metabolism. Thiamin, and essential vitamin, is a critical cofactor in cellular
energy production and transport.
All fibromyalgia and chronic fatigue syndrome patients tested were found to have
elevated homocysteine levels in their central nervous systems. Homocysteine has been
identified as a high risk factor in cardiovascular disease as well. High homocysteine
levels were correlated with low levels of vitamin B12 and high levels of fatigability. It is
known that vitamin B12 deficiency causes a deficient remethylation of homocysteine.
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MALIC ACID
The role of malic acid is postulated to involve the enhanced formation of NADH and
oxaloacetate by the action of the citric acid cycle. The citric acid cycle, sometimes called
the tricarboxylic acid cycle or the Krebs cycle, is the main energy producing cycle of the
body. Malic acid enters the citric acid cycle at the most efficient site and is quickly
converted into NADH and subsequently into useable energy in the form of three ATP.
ATP acts as a battery, storing energy while it is being transported from the mitochondrial
power plant to the various enzymatic factories of the cell where it is consumed.
Magnesium plays a critical role in the stabilization of ATP. With magnesium ATP is
made but falls apart before it can be delivered to the enzymatic factories. This leads not
only to inefficient and weak cells but also to cellular damage when the energy carried by
the NADH or ATP is randomly released in an uncontrolled fashion. It is important to
note that both NADH and oxaloacetate that are formed from malic acid metabolism are
important cellular factors in their own right. An additional role for malic acid may be as
a chelator for alumium as discussed by Abraham and Flechas.

GLUCOSAMINE AND CARTILAGE
The musculoskeletal system is comprised of the muscles, the bones, and the joints.
Fibromyalgia is often called a soft tissue arthritis, while osteoarthritis and rheumatoid
arthritis involves the joints. One of the cross-over problems with either joint or muscular
pain is the likelihood that problems in one part of the musculoskeletal system often result
in excessive strain on the other parts of the system. For example joint pain can lead to a
favored gait that puts a repetitive abnormal stress on muscles resulting in muscle strain,
injury and pain. Treating on part of the system without regard for the other components
of the system is a hit-or-miss approach.
The use of glucosamine and cartilage hydrolysates in the nutritional treatment of
arthritic conditions has been well documented in two books by Dr Luke Bucchi.
Glucosamine accelerates the repair of tissue injuries and cartilage preparations exerted a
protective affect on the heart. These soft tissue affects are in addition to the documented
benefits of glucosamine and cartilage hydrolysates on joint function and pain reduction.
The availability of glucosamine limits the body’s ability to make glucosaminylglycans
(GAGs) the main component of the synovial fluid that greases our joints. Cartilage
hydrolysates and the chondrotin sulfates they contain protect the GAGs from being
degraded. In addition cartilage preparations have been shown to reduce dementia by
improving blood flow and most likely oxygen delivery. Low oxygen availability is
known as hypoxia and is thought to contribute to muscle dysfunction in fibromyalgia.
Glucosamine improves inflammatory conditions as well as acting as a free-radical
scavenger.
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METHYLSULFONYLMETHANE (MSM)
Methylsulfonylmethane (MSM) is a nutritional food supplement found in all foods –
milk, fruits, meats and vegetables. MSM has been well studied by Dr Stanley Jacobs. Dr
Jacobs clinical trials have demonstrated the safety and benefits of MSM as a source of
organic sulfur. Methylsulfonylmethane (MSM) has demonstrated the remarkable ability
to reduce muscle soreness, and cramps. MSM also helps alleviate the pain associated
with systemic inflammatory disorders. The observations that allergies are also reduced
may further suggest an interaction with the immune system.
BOSWELLIA SERRATA
Boswellia serrata is a traditional Ayurvedic treatment for joint pain and inflammation.
In ancient times this material was know for frankincense. The traditionally established
safety of boswellia serrata has been reinforced by modern pharmacological studies.
Boswellia serrata was found to have slow acting long term anti-inflammatory effects.
These ant-inflammatory affects are beneficial to those suffering from adjuvant induced
arthritis. Mechanistically, Boswellia serrata appears to function as a natural inhibitor of
leukotriene biosynthesis.
CYSTEINE AND DERIVATIVES
The combination of abnormally low plasma cystine and glutamine levels, low natural
killer (NK) cell activity, skeletal muscle wasting or muscle fatigue, and increased rates of
urea production defines a complex of abnormalities that Droege and coworkers have
labeled “low CG syndrome.” The symptoms associated with “low CG syndrome” are
common features in a number of seemingly unrelated conditions including chronic
fatigue syndrome, fibromyalgia, HIV infection, cancer, major injuries, sepsis, Crohn’s
disease, ulcerative colitis, and to some extent in overtrained athletes and old age.
Cysteine plays a critical role in the prevention of skeletal muscle wasting and fatigue
conditions. The interrelated role of the immune system with cachexia (wasting) was
further illustrated by the discovery of the triggering effects of Interleukin-6 (IL-6) which
are sustained by an abnormal cysteine metabolism.
The loss of body cell mass (wasting) is correlated with low baseline levels of plasma
glutamine, arginine, and cystine. Wasting in healthy individuals appears to be selfterminating as glutamine, arginine and cystine are adjusted to higher levels that stabilize
body cell mass. Since cysteine and glutamine are related, the regulatory role of cysteine
was tested in subjects with relatively low glutamine levels. Supplementation with Nacetyl-cysteine increased the ratio of body cell mass to body fat. This indicates that
cysteine does play a regulatory role in the maintenance of healthy body cell mass. In
contrast the placebo group showed a loss of body cell mass and an increase in body fat,
suggesting that body protein had been converted into other forms of chemical energy. It
is not surprising therefore that N-acetylcysteine pretreatment improved human muscle
performance during fatiguing exercise.
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Sepsis, a toxic infectious condition, also results in muscle wasting. The requirement
for cysteine in the maintenance of acid balance inside the cell is often sacrificed in this
condition as cysteine is used for protein synthesis and antioxidant (glutathione)
production. Cysteine supplementation is recommended during times of sepsis.
The increased but unmet magnesium and cysteine requirements of fibromyalgia
sufferers may explain the muscle pain they experience.
GLUTAMINE AND UREA
Plasma cystine levels regulate nitrogen balance and body cell mass. The importance
of maintaining normal cystine levels is so critical that skeletal muscle protein is
cannibalized in order to supply the increased cystine demand. In the short term this may
be useful but in chronic conditions it is very damaging as it lease to an excess production
of urea at the expense of glutamine which is needed for the fueling of the immune
system.
GLUTATHIONE
The altered redox state in patients with RA indicate an important role for N-acetyl-Lcysteine (NAC) in the restoring of glutathione (GSH) levels in hyporesponsive joint T
cells. Such repletions of glutathione with NAC are well established.
GENERAL ANTIOXIDANT
Cysteine and N-acetyl-L-cysteine (NAC) are good antioxidants in their own right
separate from their role as glutathione precursors. Some of the conditions in which
cysteine and NAC are important include ulcerative colitis, lens damage from low level
radiation, 135 and rheumatoid arthritis.
CREATINE
A patent has been issued for the use of certain creatine preparations for treatment of
fibromyalgia and other types of myopathy and cachectic states

HORMONAL SUPPLEMENTATION & HERBAL CALMATIVES
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MELATONIN
Melatonin is a hormone whose natural daily cyclic variation assists us in attaining
deep levels of sleep. As we get older our ability to produce melatonin drops significantly
and may play a major role in aging and its related declines in functional efficiency.
Melatonin regulates the sleep-wake cycle by inhibiting the mechanism used by the
central nervous system to generate wakefulness. Administration of melatonin effects the
three main characteristics of human sleep: 1) latency to sleep onset, 2) sleep
consolidation “slow waves” and “sleep spindles”, and 3) REM sleep. It has been
predicted that in the near future melatonin administration will become as useful as bright
light exposure in the treatment of circadian phase disorders. The sleep-promoting effects
of melatonin typically are observed within one hour following treatment, regardless of the
time melatonin is administered. For this reason it is advisable to restrict melatonin
ingestion to the time just before retiring for the evening.
GRIFFONIA SIMPLICIFOLIA, NATURALSOURCE OF 5HYDROXYTYRYPTOPHAN (5-htp)
The high prevalence of migraines in the population of fibromyalgia sufferers suggests
a common ground shared by fibromyalgia and migraine. Migraines are characterized by
a defect in the serotonergic and adrenergic systems. A parallel dramatic failure of
serotonergic systems and a defect of adrenergic transmission have been evidenced to
affect fibromyalgia sufferers too. Enhancing serotonergic analgesia while increasing
adrenergically mediated analgesia seems to be an important tool in fibromyalgia. The
administration of 5-hydroxytryptophan (5-HTP) significantly improved fibromyalgia. All
the clinical variables (number of tender points, anxiety, pain intensity, quality of sleep,
fatigue) showed a significant improvement which patients were given 5-HTP during
extended treatment periods.

PREGNENOLONE
Receptor-active neurosteroids may represent an important class of neuromodulators
that can rapidly alter central nervous system excitability via novel nongenomic
mechanisms. Pregnenolone is one of the critical neurosteriods and has the ability to
modify the sleep EEG in humans, which suggests it potential benefit as a memory
enhancer. Studies conducted on acute shook stress indicate that there is a relationship
between neurosteroids levels and the functional and emotional state of the stressed
animals. A shift in the metabolism of pregnenolone may be necessary for survival during
chronic severe stress. Unfortunately, in chronic diseases there is an observed drop in
pregnenolone levels. Mercury poisoning causes a defect in the conversion of cholesterol
to pregnenolone, which accounts in part for the diminished stress tolerance. In animal
studies pregnenolone significantly reduced exploratory anxiety. A very low dose of
pregnenolone significantly increases slow-wave, deep sleep in healthy males.
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ST JOHN’S WORT
Numerous studies on St John’s wort extracts involving depressed patients have been
published in the last 20 years. A total of 12 placebo-controlled trials with hypericum
extracts were performed, yielding mostly positive results. In Germany, St John’s wort
extracts are among the most widely prescribed anti-depressants as well as the best selling,
non-prescription anti-depressant in the country. St John’s wort extracts have consistently
matched the antidepressant efficacy of synthetic anti-depressants such as amitriptyline,
imipramine, and maprotiline. On the other hand, the tolerability of St John’s wort extract
was clearly superior to imipramine and amitriptyline. Researchers observed beneficial
effects within two weeks.
Seasonal affective disorder (SAD) is a subgroup of major depression. St John’s wort
extracts, light therapy (LT), and specific antidepressants have been shown to be
beneficial. When bright light therapy combined with St John’s wort extract was
compared to St John’s wort extract alone, no significant difference indicated that the
benefit was coming from the extract itself. St John’s wort extract was well tolerated and
was recommended as a potentially efficient therapy in patients with SAD.
KAVA
Another herbal extract used for its calming effects on people with anxiety disorders is
kava-kava, which in same cases is recommended over synthetic psychopharmacological
agents. Three randomized placebo-controlled double-blind trials on anxiety disorders
have recently been completed. In each clinical study, treatment demonstrated a high level
of efficacy of kava extract associated with very good tolerance of the preparation. A
good multidisciplinary overview of kava-kava is available for those who desired further
detailed information.

STAGES AND RECOVERY
INTENSITY OF CONDITION
Fibromyalgia develops and is overcome in stages. Only the most severe stages are
recognized as the condition we call fibromyalgia. The more severe stages may require
greater nutritional and emotional support while only a mild exercise program may be
possible. When partial recovery has been achieved a more balanced program of nutrition
stress management and exercise should be possible.
Most of us would agree that muscle pain is a common feature of many people’s lives.
About 11 percent of the general population suffer from chronic widespread pain. This
primary symptom of fibromyalgia is much more common that previously assumed.
Those suffer with chronic widespread pain were also found to more likely report
symptoms of fatigue and depression. Insomnia has also been listed as one of the most
common health disorders in America. It may be more honest for us to claim normal poor
health than for us to claim normal good health.
15

TIME AND PATIENCE
Fibromyalgia is not a trivial syndrome. A holistic approach is most effective in
dealing with the multiple contributing factors of fibromyalgia. It also takes time and
patience to overcome this condition.
PRECIOUS CYCLES AND VICIOUS CYCLES
Any action that we take that harms us starts us on a vicious cycle downward.
Similarly any action that we take that builds and benefits us starts us on a upward spiral
called a precious cycle. The information in this booklet is designed to guide you to those
actions that will lead you to an upward precious cycle. Health after all is the most
previous physical, emotional, mental and spiritual wealth we can ever posses.

SUMMARY
Chronic conditions like fibromyalgia are difficult to manage and frustrating for both
the patient and the care-giver. But when patience can be applied and confidence
achieved, a positive relationship can result and the patient can be helped.
Knowing exactly which of the multiple causative factors may be present in your
fibromyalgia condition may be helpful and even comforting. Putting a face on our fears
brings them to a manageable size. Identifying the source of our pain helps us focus our
energies constructively. It is increasingly apparent, however, that there is not likely to be
any one factor that is affecting us but rather a multitude of small contributions. None of
these are necessarily significant by themselves, but taken together they can be a
tremendous burden. Through a comprehensive, holistic program of diet, exercise, stress
management including adequate deep refreshing sleep, and supplementation, small
additive changes can culminate in an optimal personal wellness.
We hope that those of you who suffer from fibromyalgia or know someone who
suffers from fibromyalgia will be able to take courage and obtain hope from the
information we have discussed above. Fibromyalgia is real and there are real solutions.
Finding the approach that will most closely match your personality and individual
metabolism are key to recovering from fibromyalgia and going on to leading a more rich
and fulfilling life.
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